Does phosphodiesterase III inhibition reverse the cardiodepressive effects of propofol?
Propofol decreases arterial blood pressure as a result of reduced cardiac output and peripheral vasodilation, raising concerns about its safety in patients with impaired cardiovascular function. Phosphodiesterase III inhibitors (PDE-III-Inh) have gained attention as inotropic drugs. We therefore studied whether the cardiac effects of propofol could be abrogated by enoximone. Twenty-one patients with moderately reduced cardiac function scheduled for major surgery were allocated to this randomized, double-blind, placebo-controlled study. Measurement of cardiovascular data was performed before induction, 15 min after initiation of total intravenous anesthesia, 15 min after a first bolus of 0.25 mg/kg enoximone or placebo, and 15 min after a second bolus of 0.25 mg/kg enoximone or placebo. Propofol led to the expected reduction of cardiac output and bradycardia. Both doses of enoximone increased the cardiac index, reaching nearly preinduction values at a cumulative dose of 0.5 mg/kg enoximone. This change was primarily the result of significantly increased heart rate rather than increased ejection fraction or stroke volume index. Mean arterial pressure remained constant, which indicates uncompromised coronary perfusion pressure. Based on our results, we cannot recommend enoximone for the treatment of propofol-induced cardiac impairment. Total intravenous anesthesia with propofol is used increasingly in patients with impaired cardiac function. Enoximone, a drug suggested for congestive heart failure, had no effect on stroke volume or mean arterial pressure, but it increased heart rate. Enoximone is not recommended to treat impairment of cardiac function in patients anesthetized with propofol.